SUMMARY 71 patients with an ischaemic stroke were studied. The patients were separated into two groups on the basis of the results of clinical investigation, computed tomography and psychological testing (WAIS). 40 patients showed an early dementia and 31 were without mental impairment. The mean age was 57 years in the demented group and 54 years in the non-demented group. The mean duration of the history of cerebrovascular disease was also not statistically different in both groups. The frequency of strokes was identical since 50 % of the patients in both groups had more than one stroke. The history of neurological symptoms together with the neurological deficits seen on admission were distributed evenly. The dominant hemisphere was more often diseased in the demented group. Bilateral symptoms were also more common in the demented stroke patients. The WAIS showed a similar IQ in both groups but the deterioration index was significantly altered in the demented group. Hypertension was the only risk factor which differed between both groups. Cardiac disease, diabetes, viscosity and fibrinogen did not differ in both groups. The CT showed more normal scans in the non-demented group, the distribution of atrophy on its own and infarction in the left or right hemisphere were both inconclusive, whilst patients with bilateral infarcts were more common in the dementia group. Also, generalised atrophy in combination with an infarct was found more often in the demented patients.
Epidemiological studies have shown that dementia is present in between 4-4-8% of the population over the age of 65 years.'-3 The occurrence of dementia increases with age, from 2-3% in people of 65-69 years to 22 % in those aged 80 years or older.'
Pathological studies have shown that dementia is caused by primary degenerative disease in 50 % of the cases in contrast to 20-22% being caused by cerebrovascular disease.4 5 Clinical investigations, however, have shown cerebrovascular disease to be the cause of dementia more often than primary degenerative disease.2 6 Because only some patients with cerebrovascular disease eventually develop dementia, it would seem important to study the processes leading to, or associated with, dementia. This type of dementia was called "multi-infarct" dementia because it is considered to be the result of multiple infarcts7 with perhaps a particular distribution.8 Another factor associated with dementia was a reduced mean cerebral blood flow with changes in the focal pattern.9-"1 These findings, however, also can be seen in patients with a stroke but in the absence of dementia, so it is logical to compare groups of stroke patients with and without dementia to try to clarify the clinical and morphological factors leading to dementia.
Material and methods
Seventy-one patients with an ischaemic stroke were studied. In all patients neurological, psychological (WAIS), psychiatric and computed tomographical (EMI Scanner CT 1010) investigations were performed. In four patients (table 1) no history of focal neurological symptoms was evident so that the diagnosis of ischaemic stroke was based only on the CT which showed an infarct. In 67 patients there was a history of at least one ischaemic episode with focal neurological symptoms in 66 cases.
The patients were separated into two groups on the basis of the results of clinical investigation, the CT study and CBF and angiography when available. Only patients Ladurner, Iliff, Lechner 
Results

CLINICAL FINDINGS
The frequency of strokes (table 2) was identical in both groups since 50% of the patients both in the demented and non demented group had more than one stroke. Of interest was the fact that in four patients from both groups (two with, two without dementia) no history of focal neurological symptoms could be found. They only had symptoms such as vertigo, dizziness, drop attacks or headache in their history but a definite infarct was evident in the CT.
Neurological deficits were described in the history (table 1) in all but four patients. One patient had a history of a non-focal neurological deficit. The distribution of the focal and non-focal symptoms in the histories were similar both in the demented and non-demented groups. 
RISK FACTORS
Hypertension was the only risk factor which showed a highly significant difference between demented and non-demented stroke patients (table 6) . Cardiac disease, diabetes, the viscosity and fibrinogen were no different in the two groups. Generalised atrophy was also the main type of atrophy combined with an infarct and also was more often present in the demented patients.
The term "multi-infarct dementia" seems to be appropriate for our patients with dementia since 50 % of them had more than one stroke. This finding is supported by other investigations in which the CT showed 60% of the patients with vascular dementia had multiple infarcts.8 1314 There remains, however, the problem that CT showed that the frequency of strokes and the occurrence of multiple infarcts in one hemisphere only is the same in patients with ischaemic stroke but no intellectual impairment as in the demented patients. Another difficult area is the differential diagnosis of an old infarction and intracerebral haemorrhage which is clinically diagnosed incorrectly in 30% of patients at the acute stage investigated by CT.22 The patient with multi-infarct dementia is often seen when several additional strokes have taken place, by which time the differential diagnosis of the old lesion, be it an infarct or a haemorrhage, is impossible even using CT. Additionally, the CT diagnosis of haemorrhagic infarcts in 7% of the 631 patients with infarcts23 might, together with a previously undiagnosed intracerebral haematoma, lead to secondary phenomena like the development of normal pressure hydrocephalus. This possible source of secondary neuronal damage and the question of intracerebral haemorrhage resulting in multi-infarct dementia need further investigation.
We conclude that in using the clinical term multiinfarct dementia, emphasis should not only be laid on the loss of substance, either through infarction or by generalised atrophy, but also on qualitative facts such as the bilateral distribution of infarcts, involvement of the thalamus, and the possibility ofsecondary phenomena adding to the neuronal loss.
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